Two patients who experienced cardiovascular collapse due to anaphylactoid reactions are described.
INTRODUCTION
Anaphylactic and anaphylactoid reactions occur increasingly during anaesthesia, and make a significant contribution to deaths due to anaesthesia in healthy patients (Fisher 1975) . The life-threatening features are angioneurotic oedema, bronchospasm, and cardiovascular collapse (Fisher 1978) .
The cardiovascular changes are due to vasodilation, plasma loss secondary to increased f.lapillary permeability and possibly cardiac depression (Murphy 1962), consequent upon hypoxaemia, or a direct effect of histamine (Pavek 1977) .
In a previous study it was noted that the haemoconcentration occurring with anaphylactic cardiovascular collapse was not corrected' by crystalloid solutions, and was not evident if colloid solutions were used in resuscitation (Fisher 1977) . Since sympathomimetic drugs were not used in that study, the following two patients, who received sympathomimetic agents were studied to see if such agents altered the findings.
CASE REpORTS

Case 1
A 55-year-old man experienced an acute anaphylactoid reaction during injection of Urograffin 60% for coronary angiography. His haemoglobin (Hb) prior to investigation was 14 g/l00 ml and blood pressure 120/70 mmHg.
He developed nausea and giddiness and then an urticarial rash all over his trunk and arms and his systolic blood pressure fell to 50 mmHg. Over the next 15 minutes he was given 500 ml of haemaccel and three doses of 2.5 mg metaraminol intravenously and his systolic BP rose to 70 mmHg by palpation. He was transferred to Intensive Care .
A blood sample contained a haemoglobin (Hb) level of 16.8 g/lOO m!. He was given 1000 ml haemaccel over 15 minutes and 0.4 mg adrenaline 1: 1000 intramuscularly and his blood pressure rose to 90 mmHg systolic. Hb level at this stage was 15.5 g/ 100 ml. He was given 500 ml stable plasma protein solution 5% (SPPS) over the next 30 minutes which restored his BP to 120/70 mmHg. His Hb fell to 14.5 g/100 ml.
Four hours later he had a further fall in BP to 60 mmHg and this responded to 200 ml stable plasma protein solution (SPPS), and remained normal until disoharge the following morning.
Case 2
A 23-year-old woman was anaesthetized for a termination of pregnancy. She gave a history of allergy to penicillin and postoperatively admitted to a previous reaction to anaesthesia which she refused to discuss. She had previously received prop ani did on one known occasion.
Her pre-operative BP was 100 mmHg systolic. She was induced with 450 mg propanidid and 0.25 mg atropine intravenously and immediately became bright red and her peripheral pulses were impalpable. There was no bronchospasm. She was treated with rapid infusion of Ringers lactate, 200 mg hydrocortisone, 50 mg promethazine and 1.8 ml of 1: 10,000 adrenaline which restored her BP to 90 mmHg systolic.
Over the next 2t hours she received four litres of Ringers lactate solution and required repeated dosages of intravenous adrenaline to maintain her BP at 90 mmHg systolic. She developed peripheral and periorbital oedema and BP became more difficult to maintain. Her Hb at this time was 16.2 g/100 ml.
Over the next Hhours she was given 1500 ml SPPS during which her BP rose to preoperative levels and remained stable, and a brisk diuresis commenced. Her Hb at this stage was 14 g/ 1 00 ml. Her further progress was uneventful and she was discharged the following day.
DISCUSSION
In a previous study it was shown that the haemoconcentration occurring in acute anaphylactoid reactions during anaesthesia was related to loss of plasma volume and could be restored to normal by colloid infusion but not by crystalloid infusion (Fisher 1977) .
None of the patients in the previous study were given vasoconstrictor drugs.
As vasoconstriction could influence capillary filtration pressure it was stated that these results may not be true if vasoconstrictor drugs are used in treatment.
These cases illustrate that even when vasoconstrictor drugs are used, blood volume replacement where indicated in acute anaphylactoid reactions should be performed with colloids. Case 2 highlights the difficulty in resuscitating such patients using crystalloid solutions which rapidly leave the vascular compartment.
The effects of anaphylaxis are not the same in all patients, and in some the plasma loss may not occur. A failure to respond to vasoconstrictors such as adrenaline, which is the treatment of first choice, usually indicates the need for volume expansion. Such replacement should be with a colloid solution and although all are probably effective on occasions we have needed to give further infusions some hours after giving colloids with short half-lives.
